the other in a different hospital. Breast feeding and vaginal delivery were not associated with high frequencies of toxin detection in the intensive care unit (data not shown). These findings suggest that nosocomial factors influence the existence of C difficile and the outbreak of diarrhoea associated with C difficile in the intensive care unit.
The urine cultures became sterile during the initial 10 day course of antibiotic treatment; BUN dropped to 5 3 mmol/l (14 8 mg!100 ml) and the creatinine concentration to 88 ptmol/l (1 mg/100 ml) within several days of bladder drainage. Despite this, the remainder of her 10 weeks in hospital was marked by persistence of fever (38.5 to 39 0°C). Additional diagnostic studies showed bilateral hydronephrosis on an intravenous pyelogram, bilateral vesicoureteral reflux on a voiding cystourethrogram, and diffusely increased bilateral renal uptake and enlargement on a gallium-67 citrate scan.
An open renal biopsy was performed during the ninth week in hospital, and histology showed malakoplakia ( Figs. 1 and 2 ). She was begun on trimethoprim 160 mg/sulfamethoxazole 800 mg daily, one week after the biopsy, and within several days she became afebrile. Immunologic investiga- tion done six weeks after beginning this treatment including assays for monocyte bactericidal activity and superoxide anion release were normal. During seven months' follow up she has been in good health while maintaining normal renal function with BUN 3-2 mmol/l (8-9 mg/100 ml) and creatinine 61 iimol/l (0.7 mg/100 ml). She (Fig. 1) . When fully developed the bodies have a characteristic electron microscopical appearance, with a central core of dense crystals, a light halo, and an outer lamellar crystal formation. (Fig. 2) The clinical manifestations of renal malakoplakia are often initially indistinguishable from an ordinary urinary tract infection. The fever and flank pain, however, will characteristically persist, as it did in our patient, in the presence of seemingly appropriate intravenous antibiotic treatment and sterile urine cultures. The renal insufficiency of renal malakoplakia may occur in either the presence or absence of urinary tract obstruction. Our patient's initial renal insufficiency was associated with obstruction. This was apparent as her azotaemia resolved when adequate bladder drainage was accomplished through an indwelling Foley catheter. Urinary retention with poor bladder emptying was most probably secondary to the child's noncompliance at home and at school in deactivating her artificial urethral sphincter regularly.
The pathogenesis of malakoplakia remains unknown, yet it is generally considered that the lesion is associated with a defect in the ability of macrophages to digest phagocytosed bacteria, particularly coliform organisms.4 It is the calcification of these incompletely digested organisms that are thought to produce the Michaelis-Gutmann bodies.
Investigation into the medical management of malokoplakia has recently been directed towards modifying the defective phagocytic ability of the patients macrophages. Urecholine, a cholinergic agonist, has been shown to improve E coli bactericidal activity of monocytes in an adult with rectal malakoplakia, while the intracellularly active antibiotic trimethroprime/sulphamethoxazole improved macrophage bacterial digestion in an adult with ureteral and retroperitoneal malakoplakia.6 In our patient, monocyte bactericidal activity was normal as determined by an in vitro bactericidal asssay and monocyte superoxide production. Since she was already on trimethropnme/sulphamethoxazole treatment when the monocyte studies were performed, and has required continued treatment for urinary prophylaxis, we 
